The interrelationships of cerebellar and cerebral neural circuits in the eyeblink paradigm were explored with the controlled application of cortical spreading depression (CSD) and lidocaine in the New Zealand albino rabbit. The initial research focus was directed toward the involvement of the motor cortex in the conditioned eyeblink response. However, CSD timing and triangulation results indicate that other areas in the cerebral cortex, particularly the auditory cortex (acoustic conditioned stimulus), appear to be critical for the CSD effect on the eyeblink response. In summary: (1) CSD can be elicited, monitored, and timed and its side effects controlled in 97% of awake rabbits in the right and/or left cerebral hemisphere(s) during eyeblink conditioning. (2) The motor cortex appears to play little or no part in classical conditioning of the eyeblink in the rabbit in the delay paradigm. (3) Inactivating the auditory cortex with CSD or lidocaine temporarily impairs the conditioned response during the first 5 to 15 days of training, but has little effect past that point. ᭧ 2002 Elsevier Science (USA)
INTRODUCTION
Decerebration studies, under certain conditions, have demonstrated that rabbits are able to learn or retain the conditioned eyeblink response (Norman, Buchwald, & Villablance, 1977; Mauk & Thompson, 1987) . These studies indicate that structures above the level of the cerebellum are not critical or essential for the animal to acquire the conditioned eyeblink. On the other hand, Papsdorf, Longman, and Gormezano (1965) and Megirian and Bures (1970) demonstrated that rabbit eyeblink conditional responses (CRs) were temporarily blocked during cortical spreading depression (CSD) in the cerebral hemisphere. The study by Megirian and Bures (1970) inferred critical involvement of the motor cortex.
